hydrolyzed before the HDL particles are taken up by hepatocytes to ensure the reverse-routing of cholesterol.
As a result of the efficient digestion and intestinal absorption process, the lipids ingested during a given meal are processed in the enterocyte and resecreted in the form of chylomicrons by the small intestine into the lymph and then into the blood circulation ( fig 1 ) . Chylomicrons are the TRL specifically originating from the small intestine during digestion that contain a truncated form of apoB, ie, apoB-48, as well as apoA1 1 and apoAIV, apoCs and apoE when present in the circulation (Grundy and Denke, 1990; Tall, 1986; Cohn, 1994 (Tall, 1986; Eisenberg and Sehayek, 1993; Cohn, 1994 (Gianturco and Bradley, 1991 (Dubois et al, 1994a) . During the hyperlipidemic state (Cohn et al, 1988b) , the concentration of triglycerides increases two to three times in TRL, slightly increases in HDL and slightly decreases in LDL. At the same time, cholesterol concentration increases in TRL and is decreasing in HDL and LDL. In the postabsorptive plasma, a drop in HDL 2 but not in HDL 3 has been correlated to the magnitude of alimentary lipemia (Patsch et al, 1983) .
Whereas the apoAt concentration is not markedly changed postprandially, apoE, apoC and albumin concentrations in TRL are all markedly increased (Cohn et al, 1988a) . The relative contribution of the hepatically-or intestinally-derived TRL has been only recently quantitated using immunoaffinity methods with monoclonal antibodies (Cohn et al, 1993; Schneeman et al, 1993) . On the whole, the overall postprandial rise in plasma triglycerides is due to a comparable increase in hepatic-apoB-100 TRL and intestinal-apoB-48 TRL, thus illustrating the competition taking place between TRL in the postabsorptive period. The decrease observed in LDL likely results from a reduced lipolysis rate for the parent particles (VLDL) but may possibly be related to an increased cellular uptake in this period. The drop in HDL cholesterol is related to the exacerbated uptake of free cholesterol and esterification by lecithin-cholesterolacyl-transferase (LCAT), the subsequent cholesterol ester transfer protein (CETP)-mediated transfert of cholesterol esters to TRL particles (Lagrost, 1994) (Dubois et al, 1994b (Harris et al, 1988; Weintraub et al, 1988) . In the second type, subjects or animals were on a standard diet and were given test meals with triglycerides from different sources (Harris et al, 1988; Van Heek and Zilversmit, 1990; Levy et al, 1991; De Bruin et al, 1993; Muesing et al, 1995) . A human study during which these two approaches were combined (Weintraub et al, 1988) can be used to summarize this point. Adaptation of subjects to diets containing either saturated fatty acid (SFA), n-6 polyunsaturated fatty acid (PUFA) or n-3 PUFA resulted in a rise in postprandial lipemia in the following increasing order: n-3 PUFA, n-6 (Cohen and Berger, 1990 (Morgan et al, 1993) .
Other studies dealt with the effects of dietary fibers on postprandial lipemia and lipoproteins in healthy subjects (Abraham and Metha, 1988; Redard et al, 1990; Cara et al, 1992; Dubois et al, 1993 Dubois et al, , 1995 Sandstr6m et al, 1994; Anderson et al, 1995) .
When different sources of fiber were added to combined test meals, lowering of chylomicron and/or plasma triglycerides and cholesterol levels were observed with oat bran, wheat fiber and germ and pea fiber (Cara et al, 1992; Dubois et al, 1993; Sandstr6m et al, 1994) . At the same time, LDL and HDL cholesterol levels were altered.
Conversely, following a 2 week supplementation of the subject diet by soluble fibers such as oat bran or psyllium, the supplementation of the test meals had no effects (Abraham and Metha, 1988) or resulted in an increased postprandial triglyceridemia (Anderson et al, 1995; Dubois et al, 1995) .
This apparent discrepancy could result from the fact that several mechanisms are likely affected by carbohydrates or fibers during the postprandial period (Lairon, 1996) (Mann et al, 1991 The limiting factor in this process is the concentration of the CETP in normal subjects (Lagrost, 1994) . The rate of transfer is directed by the concentration of TRL in hyperlipidemic subjects. As modeled by Miesenbock and Patsch (1992) (Weintraub et al, 1987) .
In obese subjects with a moderate hypertriglyceridemia (Potts et ai, 1995) , an amplified rise in postprandial plasma triglycerides has been reported which is due to an increase in both chylomicron and VLDL triglyceride levels. As compared to normal subjects, the metabolic pattern of these obese subjects (Coppack et al, 1992 ) is characterized by augmented fasting plasma, VLDL triglycerides and insulinemia and postprandially, by an increased postprandial insulinemia, an amplified hypertriglyceridemia (resulting from chylomicron/VLDL competition and a less stimulated lipoprotein lipase) and a reduced decrease in the free fatty acid concentration (adipocyte hormone-sensitive lipase being less repressed and tissue uptake being less stimulated).
In diabetic subjects, augmented postprandial lipemia and delayed clearance has been reported (Syvanne et al, 1994; Attia et al, 1995 (Marckmann et al, 1990; Havel, 1994) .
That the mechanisms occurring during the postprandial, rather than in the fasting state, would be implicated in atherogenesis is not, per se, a new concept. Indeed, Zilversmit (1979) (Lechleitner et al, 1994 
